Drug abuse has been controversially linked to polyarteritis nodosa. A 28-yearold man with a history of drug abuse with inhaled heroin presented with an enigmatic illness consisting of refractory fever, bilateral pleural effusions, migratory polyarthritis, and a leukaemoid reaction. An abdominal angiography confirmed the diagnosis of polyarteritis nodosa, and treatment with both prednisone and cyclophosphamide resulted in significant clinical and laboratory improvement.
In 1970, the first of a series of papers showing the coincidence of drug abuse and a necrotising angiitis indistinguishable from polyarteritis nodosa was published.' Many drugs have since been implicated, but because drug addicts often use more than one substance at the same time, and because of the impurity of the preparations, it has been difficult to establish a definite link between polyarteritis nodosa and any one drug.
We describe a young patient with a history of drug abuse with inhaled heroin, who was diagnosed as suffering from polyarteritis nodosa. He denied any past or present abuse of any other narcotic. This common form of drug abuse may be aetiologically relevant in the necrotising angiitis of drug abuse.
Case report
A 28-year-old man with an eight-year history of drug abuse with inhaled heroin only, presented to our department with high fever, productive cough, back and chest pain, and diarrhoea. Eight months earlier he had been hospitalised elsewhere with high fever, severe leukocytosis, arthritis of the right knee, and transudative pericarditis. He was treated with indomethacin, with subsequent clinical and laboratory improvement.
His present physical examination revealed high fever (peaking at night, to 40°C), crepitations over both lung bases and diffuse wheezing. Laboratory tests demonstrated a normocytic normochromic anaemia (haemoglobin 11.0 g/dl); a leukaemoid reaction, reaching 65.7 x 109/l white blood cells (75% neutrophils, 13% band forms, 10% meta/ myelocytes, and 1% eosinophils); and a prolonged prothrombin time (international normalised ratio of 1.6). Liver and renal function tests were all within normal limits, and urinalysis revealed only one erythrocyte and 2-4 leukocytes per high-powered field. All bacterial cultures were negative.
Serological tests were negative for hepatitis B surface antigen, although positive for IgG against hepatitis B core antigen. Tests were also negative for human immunodeficiency virus, Epstein-Barr virus, cytomegalovirus, hepatitis A and antineutrophil cytoplasmic antibodies. A Mantoux test was positive, with a skin reaction of 15 mm. Chest X-rays demonstrated infiltrates in both lungs with bilateral effusions, both resolving spontaneously, along with echocardiographic evidence of pulmonary hypertension. A transoesophageal echocardiogram was performed, with no vegetations observed.
The patient developed polyarthritis of both wrists, the left hip, and the right knee, with sterile transudative synovial fluid in the knee. He had a persistent sub-febrile temperature and fluctuating leukocytosis. The fever, leukaemoid reaction, and polyarthritis were refractory to broad-spectrum antibiotics, partially resolving after initiation of naproxyn therapy. A suspicion of polyarteritis nodosa was confirmed by abdominal angiography which demonstrated multiple microaneurysms in the renal arterial tree bilaterally (figure). After initiation of treatment with prednisone and cyclophosphamide, the patient felt much better, with a decrease in the fever and leukocytosis. 
Discussion
Polyarteritis nodosa is a clinical and pathologic entity affecting small and medium-sized arteries. It is thought to be immune-mediated, with chronic panmural inflammatory lesions and multi-organ involvement. Without treatment, it carries a five-year survival rate of less than 15%; with treatment survival is increased to as much as 50_60%. 2 In 1970, Citron et al published the first paper linking drug abuse with necrotising angiitis indistinguishable from polyarteritis nodosa.' Although the addicts studied had been using more than one drug at a time, the agent common to all appeared to be methamphetamine. Later reports, however, found cocaine, D-lysergic acid, ephedrine and intravenous heroin abuse in patients with necrotising angiitis,"4 some of whom had cerebral vasculitis thought to be an early stage of polyarteritis nodosa, with serious complications such as stroke and haemorrhage.i
Many do not accept this link between narcotics and polyarteritis nodosa. One group examined 1031 drug addicts post-mortem and found no evidence of necrotising angiitis. 6 Others acknowledge that polyarteritis nodosa is found more frequently among drug addicts, but explain this by the fact that the hepatitis B surface antigen, long associated with polyarteritis nodosa,2 is quite common among drug abusers.7 Still, between 70-90% of addicts with necrotising angiitis are HBsAg negative.' Although our patient was also HBsAg negative, he did have evidence of previous infection with hepatitis B, as can be seen by the positive titre for IgG against hepatitis B core antigen. Other viruses have also been implicated (see box).2
Polyarteritis nodosa, with its multisystemic and often atypical presentation, is not an illness that is easily diagnosed. Certain information can increase the suspicion that a patient does Early diagnosis and treatment are of utmost importance, and may significantly improve prognosis. Whether our patient's illness was related to his drug abuse or to his previous exposure to hepatitis B remains a mystery. Many of the clinical and laboratory presentations of his disease remain enigmatic, such as the pleural effusions and pulmonary hypertension which resolved spontaneously, the leukaemoid reaction, the prolonged prothrombin time (liver angiography was not performed), and the positive Mantoux reaction. Moreover, we have found no similar case linking inhaled heroin to polyarteritis nodosa. However, polyarteritis nodosa is a relatively uncommon disease, and there does appear to be a higher incidence among drug addicts. The fact that with an increase in the incidence of drug abuse this connection has not been shown more clearly may be attributed to a possible multifactorial aetiology in a rare disease. Further study may prove or disprove the connection.
